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be eliminated from stocks of munne plasmodia by separating parasitized
erythrocytes from the mononuclear leukocytes that serve as host cells for
LDV and vigorously washing the parasitized erythrocytes before passaging
them in pathogen-free mice (Parke et al., 1986)

LDV-free animals can be derived from known contaminated stocks by
selection of animals with normal plasma LDH concentration or by cesarean
derivation. The risk of vertical and honzontal transmission from an infected
dam is far greater during early stages (week one) of the infection (Notkms,
1965).

LDV infection is not likely to be encountered in mice from commercial
barrier breeding facilities.

Interference with Research

Riley (1974) has aptly described LDV as "the benign modifier of body
chemistry." Although LDV affects mainly the immune system and
concentrations of certain enzymes in the plasma, its potential for altenng
research data is enormous and complex. It is extremely subtle because
infection is subclmical throughout life Its effects on many biologic endpomts
can differ dramatically with time after infection (e g., one week after infection
versus weeks or months after infection) In addition, subtle interactions
with other agents can occur (e g., immunosuppression caused by LDV can
alter defenses against other infectious agents)

LDV infection causes an 8- to 11-fold increase in plasma LDH and a
two- to three-fold increase in several other plasma enzymes (Bnnton, 1982)

LDV infection can enhance or suppress growth of transplantable mouse
tumors In general, tumor growth is enhanced early after LDV infection
(because of depressed cellular immunity) and is influenced less during chronic
infection. Some examples include Ehrlich ascites tumor (Bailey et al, 1965a),
MOPC-315 plasmacytoma (Michaehdes and Schlesmger, 1974), Gardner
lymphoma (Speckman and Riley, 1975), and a chemically induced
fibrosarcoma (Henderson et al., 1979).

LDV infection results m the altered incidence and behavior of spontaneous
virus-induced neoplasms, including the Bittner mammary tumor (Riley, 1966)
and munne sarcoma virus (Turner et al, 1971; McDonald, 1983) LDV
infection has been reported to suppress the development of pulmonary
adenomas m response to urethan (Theiss et al, 1980) and carcmogenesis
caused by vinyl chloride-vinyl acetate (Bnnton and Brand, 1977).

LDV infection does not alter the development of spontaneous reticulum
cell sarcoma and lymphatic leukemia in SJL/J, AKR/Cu, and AKR/J mice,
and does not influence carcmogenicity of methylcholanthrene or
benzanthracene (Isakov et al., 1981).

LDV infection causes delayed allograft rejection in mice (Howard et al.,